Abstract A 30 year old woman with a lifelong history of severe, recurrent, vasovagal syncope became asystolic for 30 seconds after 37 minutes of 600 head-up tilt. During early tilt, sympathetic activity, heart rate, left ventricular contractility, and cardiac output increased. Mean blood pressure was initially maintained. Presyncope was associated with maximal contractility and bradycardia despite sustained sympathetic activity. Subsequently, asystole occurred associated with complete withdrawal of muscle nerve sympathetic activity. In asystolic vasovagal reactions, presyncope may be triggered by increased left ventricular contractility and is associated with increased levels of parasympathetic and sympathetic activity. Asystole and peripheral vasodilatation may be caused by sudden and complete withdrawal of the increased sympathetic activity. (Heart 1996;75:528-530) Keywords: head-up tilt; vasovagal syncope; asystole nant history". We also report the associated haemodynamic changes in an attempt to demonstrate how the autonomic nervous system controls the haemodynamics of an asystolic vasovagal reaction.
nant history". We also report the associated haemodynamic changes in an attempt to demonstrate how the autonomic nervous system controls the haemodynamics of an asystolic vasovagal reaction.
Case report A 30 year old woman was referred for investigation after a postoperative cardiovascular collapse. She awoke on the recovery ward shortly after a general anaesthetic for a vaginal hysterectomy and suddenly lost consciousness while still in a horizontal position. She was found to be hypotensive with a pulse rate of 36/min. One minute later she became pulseless and apnoeic. Cardiopulmonary resuscitation was initiated and she recovered within 3 minutes. Investigations after recovery showed no evidence of perioperative myocardial ischaemia or haemorrhage. She gave a lifelong history of fainting, her previous episodes being precipitated by In this study we have attempted to document as accurately as possible the autonomic changes during tilt-induced asystolic syncope. In the intact human it is not possible directly to measure parasympathetic activity or global sympathetic activity but MSA and low frequency heart rate variability currently provide the best dynamic measures of sympathetic activity. Unfortunately, neither forearm (muscle) nor splanchnic blood flow were measured. Stroke volume and left ventricular contractility were measured indirectly via impedance cardiography, a technique that has been validated for detecting rapid changes in these variables."
In summary, we observed the autonomic and haemodynamic changes that accompanied tilt-induced asystolic vasovagal syncope. We found there was an appropriate increase in sympathetic activity in response to tilt, with cardiac output and blood pressure initially being maintained. The bradycardia and hypotension of presyncope were associated with maximal left ventricular contractility and were due to increased parasympathetic activity occurring on a background of increased sympathetic activity. The usual reciprocal relation between parasympathetic and sympathetic activity was therefore disturbed and the result was prolonged asystole associated with sudden withdrawal of sympathetic activity. This loss of reciprocity, preceding an episode of asystole has not been previously demonstrated but has been implicated as a mechanism for sudden cardiac death.24
